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Current Trends 





Oral Contraceptive Use and the Risk of Breast Cancer in Young Women 


In March 1983, preliminary results were published by CDC and the National Institute of 
Child Health and Human Development from the Cancer and Steroid Hormone Study. This is a 
case-control study of breast, endometrial, and ovarian cancer in relation to oral contraceptive 
(OC) use. The preliminary findings suggested that there is no association between OC use and 
breast cancer (7). Since then, two studies of breast cancer have been published, one suggest- 
ing that women who use so-called “high-progestogen”* combination-type OCs before 25 
years of age have an increased risk of developing breast cancer before age 37 (2); the other, 
that women who use OCs before their first term birth have an increased risk of developing 
breast cancer before age 45 (3). CDC has further analyzed the Cancer and Steroid Hormone 
Study data to look at these two specific issues. ‘ 

Table 1 reports the relative risk of breast cancer by duration of use of high-progestogen, 
combination-type OCs before age 25. No significant association was found between the use 
of high-progestogen OCs before age 25 and the development of breast cancer before age 
37. Similar results were obtained by using as the reference group women who had never used 
OCs and by restricting the analysis to those women still nulliparous at age 25. Adjustment for 
known risk factors for breast cancer did not appreciably alter the results. 


"See footnote to Table 1 


TABLE 1. Risk of breast cancer and use of high-progestogen’ oral contraceptives before 
age 25 for women under age 37: Cancer and Steroid Hormone Study 


High- 
progestogen Odds 
OC use (mos.) Cases Controls ratiot 








0 465 561 1.0 (REF) 

1-24 134 162 1.0 (0.9, 1.8) 
25-48 92 102 1.1 (0.9, 2.0) 
49-72 27 41 0.8 (0.6, 1.7) 

73+ 10 14 0.9 (0.4, 2.5) 
“Includes Ovulen, Demulen, Ovral, Enovid 10, Noriny!l 10, Ortho-Novum 10, Lo/Ovral, Enovid 5, Norlestrin 


2.5 (2). (Use of trade names is for identification only and does not imply endorsement by the Public 
Health Service or the U.S. Department of Health and Human Services.) 


tcrude odds ratios with 95% confidence limits in parentheses. 
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Table 2 shows the relative risk of breast cancer before age 45 in women who used any 
OCs before their first full-term pregnancy; only parous women are included. Women who did 
not-use OCs before their first full-term pregnancy constituted the reference group. No signifi- 
cant association was found between use of OCs before first term birth and subsequent devel- 
opment of breast cancer by age 45. Inclusion of nulliparous women and their OC use in this 
table did not substantially alter the risk estimates. 

Reported by Epidemiologic Studies Br, Research and Statistics Br, Div of Reproductive Health, Center for 
Health Promotion and Education, CDC. 
Editorial Note: Different studies have reported conflicting results concerning the risk of 
breast cancer for young women using OCs (7-77). It is possible that methodologic dif- 
ferences between the studies account for the differences. The Cancer and Steroid Hormone 
Study data show that (1) use of “high-progestogen” OCs before age 25 does not increase a 
woman's risk of developing breast cancer before age 37, and (2) use of OCs before first full- 
term pregnancy does not increase a woman's risk of developing breast cancer before age 45. 
The Cancer and Steroid Hormone Study is a population-based case-control study. Results 
were presented in 1983 (7) from the first 10 months of data collected. The data presented 
here are from the complete 29-month data file. 
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TABLE 2. Risk of breast cancer and use of oral contraceptives before first full-term 
pregnancy for women’ under age 45: Cancer and Steroid Hormone Study 





OC use Odds 
(mos.) Cases Controls ratiot 


None 1,060 1,069 1.0 (REF) 
1-12 149 142 0.9 (0.7, 1.1) 

13-48 258 236 0.9 (0.7, 1.3) 

49+ 97 95 0.7 (0.5, 1.0) 


“Restricted to parous women. 








Todds ratios with 95% confidence limits in parentheses adjusted for age at first birth, family history of 
breast cancer, history of benign breast disease, age at menarche, and menopausal status. 
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International Notes 





Q Fever Outbreak — Switzerland 


On November 18, 1983, the Microbiology and Infectious Diseases Division of the Valais 
Central Laboratory (VCL) notified the Valais Health Department of an outbreak of Q fever in 
Bagnes, Switzerland. From October 15 to December 15, more than 300 persons with acute 
iliness characterized by high fever, chills, general malaise, headache, and arthralgias were 
seen by a physician in Bagnes County (population approximately 4,700). To date, a total of 
191 clinical cases of acute QO fever (Figure 1) have been serologically confirmed at the VCL by 
a fourfold or greater rise in Q fever complement fixation phase Ii antibody titer or by a 1:20 or 
greater Coxiella burnetii-specific immunoglobulin M (IgM) titer using an indirect immunoflu- 
orescence test on a single serum specimen. Fifty-one specimens with positive titers were sent 
to the Rocky Mountain Laboratory, National Institute of Allergy and Infectious Diseases, Na- 
tional Institutes of Health, Hamilton, Montana, and all were confirmed. Serum samples from 
2,962 well persons from Bagnes were taken during December 1983 for the detection of C. 
burnetii specific-igM antibodies; 224 specimens (8%) demonstrated titers of 1:20 or greater, 
indicating asymptomatic infection. 

Patients with symptomatic infections ranged in age from 8 years to 82 years (median 35 
years); 10 were children under 15 years of age. One hundred thirteen patients (59%) were 
male. To date, no deaths have been attributed to acute OQ fever. Twelve patients were hos- 
pitalized with severe bronchopneumonia; two of these also had myopericarditis, and one had 
granulomatous hepatitis. After November 20, doxycycline was prescribed for most patients 
for a period of 14 days and generally resulted in subjective symptomatic improvement. 

The movement of sheep flocks has been implicated in the dissemination of the infection. 
Sheep flocks remained on mountain pastures from June to October 9, 1983, after which they 
returned to the villages. Higher attack rates occurred among persons living close to the roads 
on which the sheep traveled. Serum specimens were obtained from 432 sheep distributed in 
12 flocks; 166 had C. burnetii antibodies, mainly from six of the 12 flocks. Increased fetal 


FIGURE 1. Q fever cases, by date of onset — Bagnes, Switzerland, October 15, 1983- 
December 15, 1983 
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mortality was also noted in infected flocks. On December 3, the Veterinary Department decid- 
ed to isolate, vaccinate, and shear the sheep, destroy the wool, and disinfect the sheep pens. 
To date, milk samples from 12 dairy herds have been evaluated for the presence of anti- 
bodies against C. burnetii, One sample was positive. Isolation of the organism was not 
attempted. 
Reported by G Dupuis, MD, O Peter, PhD, infectious Diseases and Microbiology Div, Valais Central 
Laboratory, J Petite, MD, Martigny County Hospital, M Vouilloz, MD, Valais Health Dept, Sion, Switzer- 
land; MG Peacock, Rocky Mountain Laboratory, National Institute of Allergy and Infectious Diseases, Na- 
tional Institutes of Health, Hamilton, Montana; Div of Viral Diseases, Center for infectious Diseases, CDC. 


Editorial Note: Q fever is a zoonosis caused by C. burnetii, a rickettsial organism that is en- 
zootic in a large variety of domestic and wild animals. Domestic ungulates, such as sheep, 
cattle, and goats, the usual reservoir for man, shed the organism in their feces, milk, urine, and 
especially their birth products. Humans acquire the infection from inhaling the dessication- 
resistant rickettsiae in aerosols and dusts, which can remain infectious for months or years (7 ). 
Since the disease was first reported in Australia in 1937, sporadic outbreaks and epidemics 
have been reported from more than 50 countries on five continents, usually occurring in areas 
where domestic ungulates are raised or animal products are processed (2). Although not a na- 
tionaliy reportable disease, O fever in humans has been reported from 31 states in the United 

(Continued on page 361) 





TABLE |. Summary—cases specified notifiable diseases, United States 





25th Week Ending Cumulative, 25th Week Ending 
Ovsease | 








June 25, Median June 23, June 25, Median 
1983 1979-1983 1984 1983 1979-1983 





Acquired im if y Syndr (AIDS) 2 N N 

Aseptic meningitis 181 143 

Encephalitis Primary (arthropod-bome 
& ) 





1,862 N N 
1,956 2.257 1,940 
21 
Post-infectious 
Gonorrhea Civilian 
Military 
Type A 
Type B 
Non A, Non B 
Unspecified 





Total 
Covthan 
Matary 


Pertussis 

Rubella (German measies) 

Syphiks (Primary & Secondary) Civilian 
Miltary 


Toxic Shock syndrome 
Tuberculosrs 

Tulererma 

Typhord fever 

Typhus fever, tick-borne (RMSF) 45 
Rabies. arumat 76 








TABLE I1. Notifiable diseases of low frequency, United States 





Cum. 1984 [Cum 1984 
Anthrax Plague (Ariz. 1) 11 
Botulism. Foodborne Poliomyelitis: Total 2 
infant Paralytic (La. 1) 2 

Other Psittacosis (Upstate N.Y. 1, Minn. 1, lowa 1, W.Va. 1) 39 

Brucellosis Rabies, human - 

Cholera . Tetanus (Fila. 1) 20 

9] rubella synd Trichinosis (Mass. 1, Upstate N.Y. 1) 38 


c 
Diphthena Typhus fever, flea-borne (endemic, murine) 7 
Leptospwosis 




















“Three of the 56 reported cases for this week were imported from a foreign country or can be directly traceable to a known internationally 
imported case within two generations 





Vol. 33/No. 25 MMWR 


TABLE I1!. Cases of specified notifiable diseases, United States, weeks ending 
June 23, 1984 and June 25, 1983 (25th Week) 


Aseptic Encephalitis Hepatitis (Viral), by type 
Menin 


Gonorrhea 
y Post-in- (Civilian) NANB |UNspeci- 
Reporting Area gitis | Primary | tectious . 


Cum Cum Cum } Cum 1984 1984 














1984 1984 1983 
UNITED STATES 395 47 381,173 422,342 63 109 
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TABLE 111. (Cont.’d). Cases of specified notifiable diseases, United States, weeks ending 
June 23, 1984 and June 25, 1983 (25th Week) 


Measies (Rubevia) 
indigenous imported * Total 


Cum Cum. | Cum Cum Cum Cum Cum 
1904] 1984 1904 | 1984 | 1983 1980 1984 | 1984 1904 a= | 1983 
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“For measies only, imported cases includes both out-of-state and international importations 
N Notnotifieble U: Unavailable hs 1 Sout-of-state 
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TABLE 111. (Cont.’d). Cases of specified notifiable diseases, United States, weeks ending 
June 23, 1984 and June 25, 1983 (25th Week) 





Toxic- Typhus Few 
Pantory§ Secondary | « tock ep acines om | tom 
Reporting Area Syndrome 
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TABLE IV. Deaths in 121 U.S. cities,* week ending 
June 23, 1984 (25th Week Ending) 





All Causes, By Age (Years) All Causes, By Age (Years) 


Reporting Area 
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* Mortality data im this table are voluntarily reported from 121 cities in the United States, most of which have populations of 100,000 or 


more. A death is reported by the place of its occurrence and by the week that the death certificate was filed Fetal deaths are not 
included 


** Pneumonia and influenza 
t Because of changes in reporting methods in these 4 Pennsy cities, these numbers are partial counts for the current week. Com- 
plete counts will be available in 4 to 6 weeks 
tt Total includes unknown ages 
§ Data not *vailable Figures are estimates based on average of past 4 weeks 
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States. (3). Most recently, four outbreaks have been reported among researchers and staff in 
urban research facilities using sheep as research animals (4). 

It is of particular interest that this large outbreak in Switzerland occurred in the fall months. 
Most outbreaks in rural communities occur during the spring lambing season when the nor- 
mally asymptomatic infected ewe can shed as many as one billion organisms per gram of pla- 
centa. In this instance, animals apparently shed the organism for many months after the lamb- 
ing season. It has been suggested that an unusually dry summer and autumn may have en- 
couraged the formation and propagation of infectious dusts and aerosols, especially along 
the route of sheep movement. 

The clinical iliness was similar to that reported in previous outbreaks. The infection is often 
asymptomatic or mistaken for an acute viral illness. After an incubation period of 2-3 weeks, 
Q fever usually presents with fever, headache, and myalgias. Although often said to be a pul- 
monary disease, the frequency of clinical pneumonitis is highly variable (5). Occasionally, the 
illness may be prolonged with severe pneumonitis and hepatic involvement. Tetracycline and 
chloramphenicol are effective in shortening the course of illness. Although the acute disease 
is usually self-limited, Q fever endocarditis may occasionally develop 3-20 years following 
the acute infection and is often fatal (6). 

Because of the nonspecific clinical presentation, outbreaks of Q fever undoubtedly go un- 
recognized. A knowledge of the disease epidemiology and a high index of suspicion are 
necessary for diagnosis. Both immunofliuorescent and complement fixation tests are available 
that are highly specific for the diagnosis of O fever (7). Initial evaluations of experimental Q 
fever vaccines for humans and animals are encouraging (8). CDC is interested in receiving 
reports of Q fever outbreaks and cases, which should first be reported to local and state 
health departments. 
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Gonorrhea — United States, 1983 


in 1983, the number of gonorrhea cases reported to CDC fell to 900,435, a 6.3% decrease 
from the 960,633 cases reported in 1982. Gonorrhea rates also declined to 387.6 per 
100,000 population, down 7.3% from 1982. This continues a trend that began in 1975 
(Figure 1). Between 1975 and 1983, reported gonorrhea rates remained highest in the south- 
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eastern United States but followed the national trend of decline. Rates in the mid-Atlantic 
region generally declined more slowly than those in other reporting regions. While the greater 
proportion of reported cases came from the public sector, both the public and private sectors 
shared in the decline. 

From 1982 to 1983, rates decreased by 9.5% for males and 4.0% for females (Table 3). 
Even with declining morbidity, persons 20-24 years old continued to account for 35%-40%, 
and persons 15-19 years old, for nearly 25%, of all reported cases of gonorrhea each year. 
Rates for 20- to 24-year-old males and females were highest up to 1982. By 1982, rates for 
15- to 19-year-old females exceeded those for 20- to 24-year-old females. 

Between 1976 and 1982, the annual number of reported cases of penicillinase-producing 
Neisseria gonorrhoeae (PPNG) increased from 98 cases to 4,457 cases, then decreased to 
3,720 cases in 1983. Of all PPNG cases reported since 1976, 59.0% have been from three 
geographic areas: California (21.5%), Florida (20.4%), and New York City (17.1%). 

In early 1983, an outbreak of nonpenicillinase-producing (chromosomally mediated) resis- 
tant NV. gonorrhoeae occurred in North Carolina (7). Since that outbreak, this strain has been 
reported with increasing frequency from 16 other states (2) 


Reported by Sexually Transmitted Diseases Laboratory Program, Center for Infectious Diseases, Div of 
Sexually Transmitted Diseases, Center for Prevention Svcs, CDC. 


Editorial Note: Between 1960 and 1975, the number of gonorrhea cases reported in the 
United States increased substantially. The largest increases occurred among persons 15-24 
years of age, partly because of the post-World War Il “baby boom,” which created a larger 
population in this age group. Since 1975, both the public and private sectors have reported a 
decline in gonorrhea cases. This decline may have been influenced by one or more of the fol- 
lowing: more focused control activities; changes in surveillance and reporting resulting in 
better case identification and earlier treatment; or changes in biologic properties of the organ- 
ism or in biologic and behavioral host factors. 

Morbidity declined among both males and females but more slowly for females. This trend 
is disturbing, especially for younger females, because of the potential for more severe immedi- 
ate and chronic sequelae, such as pelvic inflammatory disease and infertility (3). 


FIGURE 2. Gonorrhea incidence rates, per 100,000 population — United States, 
1968-1983 
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The slower decline in morbidity among females may be due to less effective control meas- 
ures to decrease transmission to females than to males, variations in surveillance and report- 
ing between males and females, or differences between males and females in care-seeking 
behavior. Because more than half of all gonorrhea cases are reported from public clinics, and 
because males account for more than half of public clinic attendance (2,4), decreases in male 
morbidity may be more accurately represented, while cases among females may be underre- 
ported or undetected by the existing surveillance system. Additionally, if females seek care 
from sources other than public clinics, cases may not enter the reporting system. 

Gonococcal antibiotic resistance has assumed increasing importance for national and local 
control programs. Although PPNG declined in 1983, nonpenicillinase-producing resistant 
N. gonorrhoeae (chromosomally mediated) has been observed with increasing frequency. 
While a larger proportion of PPNG has been linked to domestic transmission, foreign importa- 
tion continues to contribute significantly to PPNG morbidity in the United States (5). in con- 
trast, other resistant NV. gonorrhoeae has been largely associated with endemic transmission 
(2), with importation infrequently documented for these cases. 

Reporting of all gonorrhea cases from both public and private sectors is encouraged. Addi- 
tional emphasis should be placed on examining trends and reporting patterns, especially for 
teenagers and females. These activities should be supported by testing all gonococcal isolates 
for B-lactamase (penicillinase) production. Screening of all B-lactamase-negative treatment 
failure isolates for penicillin susceptibility is recommended to identify other resistant organ- 
isms (7). CDC guidelines provide treatment recommendations for both penicillin-susceptible 
and -resistant cases of NV. gonorrhoeae (6). 
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TABLE 3. Selected gonorrhea incidence rates per 100,000 population, by age group, 
sex, and year — United States, 1982 and 1983 





Year and 
age group Males Females 


1982 

15-19 980 1,425 
20-24 2,107 1,356 
25-29 1,365 567 
All ages 518 324 





1983 

15-19 888 1,344 
20-24 1,908 1,303 
25-29 1,236 555 
All ages 469 311 








Notice to Readers 





Correction of Error Regarding Malaria Treatment in Disease-A-Month 





In the March 1984 issue of Di A-Month, an article entitied, “Tropical Diseases of 
North America,” appeared. In Table 5, “Malaria Prophylaxis and Therapy” on page 39, a 
potentially serious error of dosage appeared—the pediatric dose of primaquine phosphate 
was printed in error as 5 mg/kg/day x 14 days. This is 10 times the correct dose, which is 0.5 
mg/kg/day (or 0.3 mg/kg/day of primaquine base) x 14 days. Since primaquine has a relative- 
ly low therapeutic index, the stated dose could lead to significant toxicity, and this correction 
should be noted. The stated maximum dose (“not to exceed 26.3 mg/day”) is correct. 





The Morbidity and Mortality Weekly Report is prepared by the Centers for Disease Control, 
Atianta, Georgia, and available on a paid subscription basis from the Superintendent of 
Do its, U.S. Go it Printing Office, Washington, D.C. 20402, (202) 783-3238. 

The data in this report are provisional, based on weekly reports to CDC by state health 
departments. The reporting week concludes at close of business on Friday; compiled data on a na- 
tional basis are officially released to the public on the succeeding Friday. 

The editor welcomes accounts of interesting cases, outbreaks, environmental hazards, or 
other public health problems of current interest to health officials. Such reports and any other mat- 
ters pertaining to editorial or other textual considerations should be addressed to: ATTN: Editor, 
Morbidity and Mortality Weekly Report, Centers for Disease Control, Atlanta. Georgia 30333. 
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